Inflammation, especially longstanding abnormal inflammation, seems to contribute to neoplastic transformation to some extent. We cannot help thinking of cyclooxygenase (Cox) and prostaglandin (PG) whenever we mention it. Three isoenzymes of Cox have been identified so far: Cox-1, Cox-2, and Cox-3, but Cox-3, recently identified, is a variant of Cox-1 and is also called Cox-1v. It is formed from a frame shift of the original Cox-1 gene, but it seems not to play usual Cox physiologic roles as in inflammation and fever, and it is still being studied [1, 2] . Although Cox-1 and Cox-2 enzymes basically work in the same way, they are expressed in different ways and at different levels in various organs and tissues. That is the reason side effects are different from selective inhibition against each enzyme. Cox-1, as a constitutional enzyme, is expressed from most cells in homeostatic processes and is inhibited in feedback. On the other hand, Cox-2 is mostly an enzyme that is induced under certain conditions such as inflammation or neoplastic process, but is rarely inhibited. Therefore, Cox-2 selective inhibitors effectively play their roles, especially at inflammatory sites, and do not damage the mucosa protection of gastric tissue without prohibiting the secretion of Cox-1, which is easily blocked by nonsteroidal antiinflammatory drugs (NSAIDs) in general. However, the selectivity of Cox-2 inhibitors does not seem to relieve other side effects of NSAIDs. Recently, increased risks of heart attack, cerebral stroke and renal failure have been reported with Cox-2 selective inhibitors, which seems to result from the reduced level of prostacyclin caused by Cox-2 inhibition. Prostacyclin has an important role in preventing platelets aggregation and blood clotting [3, 4] .
